Hypotensive Reaction after Propanidid and Atropine SIR,-I wish to report reactions during anaesthesia using propanidid. The patients were two children aged 12 and 4 years, each undergoing an operation for the evacuation of pus, one from a submandibular abscess, the other from a pelvic abscess. Both children were ill as a result of these conditions, but not severely toxic or with a high fever.
In each case the child received the recommended dose (6-7 mg./kg.) of propanidid intravenously after intravenous atropine, and in each case the child immediately became bright red in colour all over.
This marked peripheral vasodilatation was accompanied by acute hypotension, which demanded immediate resuscitation. A headdown tilt, artificial ventilation with oxygen, and a large and rapid infusion with a plasmaexpander were all rapidly instituted. The severe hypotension persisted for a much longer period than expected and constituted a threat to life. The second patient showed some resistance to artificial ventilation, possibly due to bronchospasm, and we wondered whether this was a histamine-release phenomenon. This child had received two similar anaesthetics uneventfully in the preceding six weeks. The first patient had had no previous anaesthetic. The Fleming' has produced evidence for a mitral valve origin of the third sound in mitral incompetence based on the finding that replacement of the natural mitral valve by a Starr prosthesis resulted in disappearance of the third sound and the wave in the apex cardiogram associated with this sound. That this constitutes poor evidence of cause and effect is rightly stated in your article, since the loss of the third sound after valve replacement could as easily be ascribed to the correction of the haemodynamic lesion as to prosthetic replacement of the natural valve. We have observed that correction of mitral incompetence by mitral valvuloplasty, an operation in which the haemodynamic lesion is corrected but the natural valve is retained, also results in disappearance of the third heart sound, emphasizing the role of the haemodynamic lesion in the genesis of this physical sign.
We have studied' patients with gross mitral incompetence around a Starr prosthesis and' compared the physical signs found in paravalvular incompetence with those present in these same patients with mitral incompetence through their natural valves. We found in each instance, despite severe mitral reflux, that the third heart sound, short decrescendo mitral murmur, and third sound wave on the apex cardiogram were absent in para-prosthetic mitral incompetence, although they had been present with valvar mitral incompetence. These findings support the thesis that the diastolic sounds of mitral incompetence are produced by partial diastolic reclosure of the mitral valve. Alterations of D.N.A. base composition have also been described in a number of respiratory-deficient bacterial mutants,7 and the similarity between such mutants and tumour cells has been stressed.8
It has been noted that respiratory-deficient mutants with altered D.N.A. base composition can be induced by ultraviolet radiation only in some strains of colon bacteria, and in these strains the repair of ultraviolet lightinduced lesions in D.N.A. is insensitive to the effect of trypaflavine. ' The possible meaning of this insensitivity for the induction of mutants remains to be investigated.
The selective heat sensitivity of cancer cells"' enables them to be regarded as temperature-sensitive mutants. The greater heat susceptibility of cancer cells might point to a decrease in the temperature at which a number of their enzymes are inactivated. This abnormal thermosensitivity is best accounted for by a defect in the structure of as yet unidentified proteins involved in the respiration and biosynthesis of the malignant cell. It is of considerable interest, therefore, that both the respiratory-deficient mutants
